A series of 45 (Joslin et al., 1959) ; this, when provoked by long-term stresses such as infection, pregnancy, and other factors, is eventually diagnosed as overt or clinical diabetes (Krall, I965) . Thus has emerged a new concept of the prediabetic state or preclinical diabetes, which may be an important factor in the aetiopathogenesis of coronary heart disease in young adults, and an inquiry into this may be rewarding (Banerjea, I967) . The present investigation is an effort in this direction.
Subjects and methods
Forty-five cases of proved myocardial infarction with onset up to 45 years of age and a similar number of age-matched controls formed the material for this study.
The diagnosis of myocardial infarction was based on the characteristic history of chest pain, an increase in serum aspartate aminotransferase, and unequivocal electrocardiographic abnormalities. Anterior myocardial infarct was considered to be present if Q waves were detected in lead I and praecordial leads, with or without ST segment elevation and T wave inversion. In inferior wall infarction, similar changes were present in leads II, III, and aVF. Such changes were seen in leads aVL and V5-6 in patients with infarction of the lateral wall. Subendocardial myocardial infarction was diagnosed in the presence of persistent ST segment depression and T wave inversion in the praecordial leads. The controls were studied likewise using the standard and prednisolone-primed glucose tolerance tests, observing all the precautions mentioned above. The results were interpreted as follows (Bahl et al., 1969 al. (I967, I968) also reported that the mean blood glucose levels were higher in coronary heart disease than in controls. Herman and Gorlin (I965) reported that in a group of 77 patients with coronary artery disease (of these 13 were less than 40 years and 37 were less than 50 years) the fasting blood sugar level was abnormal in I3 patients. Of the remaining patients, intravenous glucose tolerance was performed in 42 patients, with 2I results in the diabetic range. Thus the total yield of abnormality in 55 subjects completely studied was 62 per cent. Furthermore, 12 patients below 40 years of age had either the preclinical diabetic state or hyperlipidaemia or both.
Thus glucose intolerance appears to be an important risk factor in the genesis of precocious coronary heart disease. However, the incidence of diabetes in precocious coronary heart disease varies only from 3.5 per cent (Lukl, I966) to 5-5 per cent (Banerjea, I967) in different series with precocious coronary heart disease. The wide differences in the incidence are due to the fact that, (i) there is no unanimity of opinion regarding the age at which myocardial infarction is to be considered precocious, and (2) different tests are performed with variable diagnostic blood glucose levels to label a patient diabetic. One more aspect of this problem which needs our consideration is the fact that similar abnormalities of glucose tolerance have been shown in patients of all ages with myocardial infarction, and the incidence is variable from 35.7 per cent (Kimber and Phear, I965) to 8o03 per cent (Lal et al., I967) (LDH) isoenzyme studies, Van der Helm and associates (I962) found that besides the appearance of 'heart' pattem of LDH isoenzyme distribution after recent myocardial infarction, some patients also had more intense isoenzyme activity in the LDH5 position, thus suggesting hepatic damage. This was subsequently confirmed by Aber et al. (1966) using bromsulphalein and serial LDH isoenzyme studies in IO patients with myocardial infarction. Other factors responsible for these alterations in glucose tolerance include increased production of epinephrine or epinephrine and glucocorticoids (Forssman, 1954) , production of an insulin antagonist in cases with myocardial infarction (Vallance-Owen and Ashton, I963), and chronic overnutrition (Hatch et al., I966) . Reaven et al. (I963) have suggested that diabetes mellitus and atherosclerosis are due to a more fundamental defect.
The view of Sowton (I962) that cardiac infarction precipitates latent diabetes mellitus is generally accepted.
The pathogenesis of atherosclerosis in diabetes mellitus is not clearly understood. Various biochemical factors have been incriminated (Bradley and Partamian, I965). It is also possible that this may be a part of specific diabetic microangiopathy which consists of thickening of capillary basement membrane due to deposition of PAS-positive material, with resulting interference in exchange of gases and metabolites (Herman and Gorlin, I965) . According to these authors such changes in the nutrient vessels of coronary arteries, though not thus far shown, may exist early in life and predispose to the premature changes that are seen.
